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and EAC rosettes) and functional markers (mitogenic response
to PHA, ConA, and PWM) examined in autologous and homolo-
gous serum, were studied in 7 patients with minimal change ne-
phropathy (MCN) and nephrotic syndrome (NS) and in 10 pa-
tients with MCN on remission compared to 10 patients with
membranous glomerulonephritis (MG) and 30 normal controls.
The response to PHA and PWM of MCN with NS was within
normal range. The response to ConA and the percentage of E
rosettes were markedly reduced. Similar lymphocyte abnormal-
ities were not observed in MCN on remission and in MG with
NS. In 4 patients, studied at the onset of nephrotic syndrome and
subsequently on remission, the functional and numerical lym-
phocyte deficit disappeared. In 4 out of 5 patients with MGN and
NS serum inhibitory factors were detected. It is suggested that in
MCN a deficit of T cells exists, but the question remains whether
this deficit results from the presence of humoral inhibitory fac-
tors or from an intrinsic disorder of T lymphocytes.
Effects of 1-Sar,8-Ile-angiotensin II in malignant human hyper-
tension. P. T. Scarpelli, R. Sproviero, C. Corti, E. Chegai, P.
Menniti, L. Lamanna. Is! ituto di Clinica Medica e Terapia Mcdi-
ca (R), Università di Firenze, Italy. A selective antagonist of
angiotensin II (Sart-11e8-AII) has been infused iv. at a rate of 0.5
gIkg/min over a period of 30 mm in 6 patients affected by accel-
erated or malignant hypertension. In two patients with high PRA
levels, a fall either in systolic or in diastolic blood pressure oc-
curred. A fall of blood pressure, even though at a lesser degree,
has been obtained also in 2 of the 3 patients with normal levels of
PRA. In the third patient, the All blockade provoked a little in-
crease in systolic blood pressure and no effects on diastolic pres-
sure. These results demonstrate that the renin-angiotensin sys-
tem plays a role in maintaining high blood pressure levels in hu-
man malignant hypertension. However, the variable levels of
PRA of these patients and the lack of a uniform response to the
removal of All's effect suggest that other different mechanisms
may be involved in the course of the disease or some phases of it.
Problem of circulating immune complexes (IC) in the pathogene-
sis of primary glomerulonephritis (GN). F. P. Schena, A. Pas-
tore, S. Romito, V. Losuriello, E. Larata, and A. Tedesco. 2nd
Clinica Medica, Medical School, University of Ban, Italy. Re-
cent data on primary GN have shown that IC play an important
role in its pathogenesis; nevertheless, their presence during the
acute phase of the disease is not always associated with the acti-
vation of the complement system (C). To clarify these correla-
tions, we carried out a comparative study between two groups of
patients with different diseases: 135 with GN (100 with primary
GN and 35 with secondary GN) and 85 with neoplasms affecting
different organs. The serial measurement of IC and C was done
during the course of GN and/or after the surgical removal of the
tumor. The following methods were used: (a) '25l-Clq binding
test for the detection of IC; (b) immunological and hemolytic
dosages for the C (CH5O, Clq, C4, C2, C3, C3PA); (c) isolation
and characterization of IC. The results obtained in GN were:
high serum levels of IC in the acute phase of the disease, tran-
sient and/or intermittent appearance of IC that was associated
(not always) with hypocomplementemia. In patients with solid
neoplasms, high levels of IC and C, which decreased after the
surgical removal of the tumor, were observed. The identification
of the IC components isolated in some cases showed IgG, 1gM,
Clq, C4, and C3 in primary GN, whereas IgG and 1gM were pres-
ent in neoplasms. This comparative study suggests the presence
of two IC types in human pathology that have a different behav-
ior regarding the C system: an activating effect in GN and a
blocking action in neoplasms. The rare correlations between C
and IC in GN could be explained by this twofold aspect of IC
which is related to the different composition of IC. Therefore,
the activity phase in GN could be evaluated better by measuring
IC, rather than by assaying C.
Plasma catecholamine levels and chronic hypotension in hemo-
dialysis patients. G. Verzetti, G. B. Picottj, C. Ravazzani, A.
Cavagnino, F. Fortina, M. De Leo, A. Baroni, G. Airoldi, and C.
Schweiger. Divisione di Nefrologia Ospedale Civile, Borgoma-
nero (No), and Istitulo di Farmacologia Universitá di Milano,
italy. Nineteen patients undergoing hemodialysis, 6 with chronic
hypotension (mean blood pressure, 90 mm Hg) and 13 normoten-
sive were studied. The plasma catecholamine concentration (epi-
nephrine, norepinephrin, dopamine) before and after combined
stimulation test with hypoglycemia and standing were deter-
mined by a radioenzymatic assay. The results were compared
with those from 9 normal subjects. In patients with chronic hypo-
tension, the basal mean values of norepinephrine (NE) are signif-
icantly higher than those found in normal and normotensive sub-
jects. Both in hypotensive and in normotensive patients the in-
crease in plasma catecholamines, after stimulation test, is similar
to that obtained in normal subjects: epinephrine and NE in-
crease, whereas dopamine does not change. The elevated levels
of circulating NE found in regular hemodialysis patients, related
by some authors to a disturbance in metabolism and to a dimin-
ished or abolished renal clearance of NE, seem rather an ex-
pression of a sympathetic response to the decrease of blood pres-
sure. In patients with chronic hypotension, who are considered
to be suffering from sympathetic hyporeactivity, the stimulation
test has not demonstrated an increase in plasma catecholamine
levels lower than that found in hemodialyzed patients with nor-
mal blood pressure.
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Effect of chronic metabolic acidosis on the metabolism of alanine
in isolated dog kidney tubule. G. Baverel, M. Bonnard, M. Foris-
sier, M. Pellet. Laboratoire de Physiologic Rénale et Métabo-
lique, Faculté de Médecine Alexis Carrel, Lyon, France.
The metabolism of alanjne was studied in isolated cortical tu-
bules obtained from normal (N = 7) and acidotic (N = 6) dogs.
The tubules were incubated at 37° C for 60 mm in 4 ml of Krebs-
Henseleit medium (pH, 7.40), with 1 mM L-alanine as substrate.
The production of glutamate, ammonia, glucose, lactate, and
pyruvate, as well as alanine utilization, were determined. Values
are given as mean SEM. They are expressed in micromoles per
gram dry wt of tubules per 60 mm. Alanine utilization was: con-
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trol, 300.5 33.8; acidotic, 338.3 25.1 (NS). Glutamate pro-
duction was: control, 57.0 10.0; acidotic, 19.0 8.1 (P <
0.02). Ammonia production was: control, 264.0 20.7; acidotic,
348.6 34.3 (P <0.05). Glucose production was: control, 18.4
2.0; acidotic, 42.1 6.3 (P < 0.01). Lactate production was:
control, 13.1 1.4; acidotic, 25.2 2.7 (P < 0.01). Pyruvate
production was: control, 11.7 1.5; acidotic, 12.7 3.0 (NS).
The results reveal: (1) Alanine is a poor gluconeogenic precursor
in tubules from normal dogs. (2) Amino nitrogen of alanine is
found mainly as ammonia. (3) Chronic metabolic acidosis does
not affect alanine utilization, whereas it reduces glutamate re-
lease and stimulates ammonia production. These data suggest
that, in dog kidney tubules, chronic metabolic acidosis enhances
the flux through glutamate dehydrogenase and fails to alter the
flux through alanine aminotransferase, when 1 ms'i alanine is the
substrate.
Nephrotic syndrome associated with T-cell lymphoma. D. Be!-
ghiti, J. P. Vernant, G. Hirbec, M. C. Gubler, C. Andre, and A.
T. Sobel. Hópital Henri Mondor, Creteil, France. It has been
known for years that nephrotic syndrome may be associated with
malignant lymphomas. In the vast majority of the reported cases,
the glomerular disease was of the minimal-change type, and the
corresponding hematologic disorder was Hodgkin's disease. In
contrast, glomerulopathies associated with non-Hodgkin's lym-
phomas (NHL) have been observed rarely, and the cell type of
the lymphoproliferative disorder was never determined. This is
the first case of glomerular disease in a patient with NHL of
proven T-cell origin. Data obtained by functional assays, cyto-
chemical staining, and EM provided consistent evidence in-
dicating that the lymphoproliferative disorder observed in a 17-
year-old black female, with early clinical involvement of liver
and spleen and secondary medullar infiltration, was a T-cell-de-
rived NHL. The evidence included: E rosette formation with
blast cells, absence of surface immunoglobulins and EAC ro-
settes, positive staining for /3-glucuronidase and ultrastructural
aspect upon EM examination. Nephrotic syndrome appeared
shortly after the apparent onset of NHL. The kidney biopsy
specimen was examined by light, fluorescent, and electron mi-
croscopy. Histologic findings were consistent with the diagnosis
of mild focal glomerulosclerosis. The lymphoproliferative dis-
ease responded partly and transiently to combined chemother-
apy without simultaneous improvement of the nephrotic syn-
drome. This report supports the concept of a possible link be-
tween T-cell abnormalities and glomerular diseases, but more
information is obviously needed to assess such an hypothesis.
Production of a natriuretic hormone by isolated rat kidneys: Ne-
cessity of prostaglandins for its release. P. Cambier and J. P. Go-
don. Institute of Medicine, State University of Liege, Liege, Be!-
glum. Our previous works have demonstrated the renal origin of
a high molecular weight natriuretic factor (NF) and its hormonal
nature. Other experiments have suggested a hypothetical role of
prostaglandins (PG) in natnuresis control; therefore, we have
tried to determine whether PG were necessary for production or
action of the natriuretic hormone. The NF was prepared from
normal salt-loaded rats and tested on isolated rat kidneys. These
kidneys were taken either from normal rats or from rats pre-
viously treated by indomethacin. The mean rise of FENa was
similar in both series after NF injection: +6.01 2.14and + 4.09
0.85, respectively (P <0.1). In the presence of the NF solvent
alone, the rise in FENa was only +0.21. The ability of isolated rat
kidneys to produce the NF was studied in two series of salt-de-
prived rats. One series received indomethacin injection prior to
nephrectomy. In both series, we collected samples during the
perfusion to test the natnuretic activity of the perfusate before
and after a saline load. Before the salt load, the NF was unde-
tectable in both series; after the salt load, the NF was absent in
the perfusate of kidneys prepared by indomethacin (FENa,
+ 0.81 0.4) and present in the perfusate of normal kidneys
(FENA, +7 2.35). Through these experiments, we demon-
strate that the NF do not need plasma factor for its action: it is a
true intrarenal factor; it does not need PG to be active, but the
presence of PG is a prerequisite for its release or synthesis.
Prognosis of renal tubular acidosis after kidney transplantation.
B. Charpentier, C. Sossler, and D. Fries. Service de Médecine
Interne de Nephrologie, Hôpital Paul Brousse, Villejuif, France.
Renal tubular dysfunctions are frequently encountered in the
posttransplant course of kidney transplant, and a bad prognosis
for the graft was attributed to distal renal tubular acidosis. Over a
1-year period, 12 out of 40 graft patients presented a constant
systemic hyperchloremic acidosis, and we characterized such
patients into distal or proximal tubular acidosis using a short am-
monium chloride load test (0.1 g/kg orally). All but one received
cadaver allograft, had the same immunosuppressive therapy, and
were tested within the first 3 months, showing a stable clinical
and biological state. After ammonium chloride load, the urine
pH, levels of titrable acid, ammonia and bicarbonate were mea-
sured at 1-hour intervals for the next 6 to 8 hours. Distal tubular
acidosis (DTA) was defined as the inability to lower urine pH
below 5.3 (9 patients) and the proximal tubular acidosis (PTA)
was defined as a normal ability to lower pH below 5.3 but with a
urinary wasting of bicarbonate (3 patients). The renal acidosis
was correlated with the level of serum creatinine (±sD) at 1, 3, 6
months. The control group consisted of 12 graft patients without
renal acidosis.
1 month 3 months 6 months
DTA 1.5 0.4 1.2 0.3 1.4 0.3
PTA 1.1 0.2 1.0 0.2 1.0 0.3
Controls 1.4 0.8 1.0 0.2 1.2 0.3
No statistically significant difference was found among the three
groups of patients in terms of graft function within 6 months. In
conclusion, no poor prognostic value could be attributed to distal
DTA in kidney transplant.
Acute effects of propranolol and metoprolol on plasma concen-
trations of parathyroid hormone (PTH) and calcitonin (CT) in ure-
mic patients. B. Coevoet, M. Andrejak, G. Lambre, C. Desplan,
C. Calmette, M. S. Moukhtar, and A. Fournier. CHU Amiens,
INSERM U 113, Paris, France. Because betablockers are often
used in uremic patients to treat their hypertension, it is important
to know what effect these drugs may have on the hormonal con-
trol of their already disturbed calcium phosphate homeostasis.
Therefore, propranolol (blocking /31 and /32 receptors) was given
iv. (priming dose of 1 mg/S minl.2 + 60 zg/min x 85 mm) to nine
uremic patients not yet on dialysis, whereas metoprolol (block-
ing only /31 receptors) was given i.v. (priming dose of 1.2 mg/S
mm + 72 g/min x 85 mm) 15 days later to six of these patients.
Venous blood samples were taken before, 15, 30, 60 and 90 mm
after starting the injection for measurements of plasma concen-
trations of ionized calcium (Ca), phosphate (P04), PTH, and
CT. PTH was measured with an N-terminal antibody. There was
no significant change at any time for Ca and P04 with either
drug. PTH decreased significantly at 15 and 30 mm (—54 and
—46%) with propranolol but not with metoprolol. CT also de-
creased significantly with propranolol at 15 and 60 mm (—20 and
—40%) but not with metoprolol. Conclusion. (1) Propranolol
acutely suppresses PTH and CT secretions in uremic patients,
which warrants further studies to assess its long-term effects on
the secretion of these hormones and on renal osteodystrophy. (2)
The contrast between the significant effect with propranolol and
the lack of effect with metoprolol supports the concept that PTH
and CT secretions are modulated through specific /32 receptors.
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Adverse effect of vitamin D metabolites on osteitis fibrosa in pa-
tients on chronic hemodialysis: Critical role of induced hyper-
phosphatemia. J. F. De Fremont, B. Coevoet, J. L. Sebert, J.
Gueris, P. Marie, P. Meunier, G. Lambrey, A. Fournier. CHU
Amiens, J-Jópital Lariboisière, Paris, (Iniversité Claude Ber-
nard, Lyon, France. An association of la-OH vitamin D3 and 25-
OH vitamin D3 was given for 12 months to 19 patients on chronic
hemodialysis. Initial daily doses were, respectively, 1 and 50 jg,
but in 17 patients, to correct hypercalcemia and hyperphos-
phatemia, the treatment was repeatedly discontinued and then
resumed at half doses. The patients, already on dialysis for 32
6 months, were dialyzed three times 4 hours a week against
a dialysate calcium of 7.0 mg/dl and were taking an oral calcium
supplement of 1.2 g and variable doses of Al(OH)3. Squeletal X-
rays and histomorphometric evaluation of iliac bone biopsies
were performed before and 6 and 12 months after vitamin D
treatment. Before treatment, no patient had osteomalacia in spite
of low plasma concentration of 25-OH-D in 4/3 of the patients.
Active resorption surface (ARS) was, however, initially in-
creased in 13 cases. At the end of the study, ARS had not
changed in 7 patients, had increased in 6, and had decreased in 6
others. Histologic worsening of hyperparathyroidism was associ-
ated with an increase in plasma concentrations of phosphate
(P < 0.05) and parathyroid hormone (P < 0.01) in spite of higher
"prescribed" doses of Al(OH)3 and similar changes in plasma
concentrations of 25-OH-D. It is concluded that: (1) basic treat-
ment of dialysis osteodystrophy adequately prevents osteo-
malacia but not hyperparathyroidism; (2) addition of vitamin D
metabolites to this treatment may be either beneficial or noxious
depending on whether the induced hyperphosphatemia is or is
not adequately prevented.
Hemodialysis in children. P. Degoulet, E. Lauwers, F. Aime, J.
L Andre, F. Bouissou, M. Broyer, S. Delons, M. F. Gagnadoux,
H. C. Kermanac, G. Landthaler, and C. Loirat. Dialyse Infor-
matique, Service de Néphrologie, Hópital de La Pitié, Paris,
France. Between January 1, 1974, and December 31, 1977, 122
children, less than 15 years old and treated in eight dialysis Cen-
ters in France, have been registered in the computerized DIA-
PHANE system of the French Society of Nephrology. The sex
ratio (50.3%) is comparable to that recorded for the whole popu-
lation of the same age group. Main causes of terminal renal fail-
ure are: glomerulonephritis (GN) (35.2%), nephronophtisis
(16.4%), renal hypoplasia (13.9%), and pyelonephritis (PN) with
abnormalities of the urinary tract (11.5%). Ninety-five per cent of
dialysis sessions are performed during the day and 95.1% of chil-
dren are dialyzed twice weekly in 1976 to 1977. Mean dialysis
time is 14.6 hours/week. Transient hypotension episodes are fre-
quent (21.6% of dialysis sessions). Vomiting and headaches are
much more frequent in children than in adults probably because
of greater osmotic shifts during dialysis. Hypercholesterolemia
 2.6 g/liter is recorded in 2 1.6% of children; and hyper-
triglyceridemia - 1.50 g/liter in 76.4%. Radiographic manifesta-
tions of hyperparathyroidism are found in 19.5% of patients; and
bone demineralisation, in 54.7%. Most children have an impor-
tant growth retardation at the initiation of dialysis. Growth retar-
dation is significantly correlated with the duration of preterminal
renal failture. It is less pronounced in patients with GN than in
patients with PN, nephronophtisis, or renal hypoplasia. Growth
rate during dialysis is negatively correlated with the mean level
of serum phosphorus during dialysis treatment. Mean serum cal-
cium before dialysis sessions is 97.5 mg/liter; and phosphorus,
52.3 mg/liter. The adequate control of calcium and phosphorus in
children, in comparison to the results observed in adults during
the same period, respectively, 90.0 and 57.8 mg/liter, may be re-
lated to the routine prescription for children of phosphate bind-
ers, vitamin D derivatives, calcium salts, and also to more in-
tensive dialysis. The survival rate at 2 years (96.8%) is superior
to that currently recorded in patients aged 15 to 35 years. Actuar-
ial rate of kidney transplantation is 10.7% at 1 year and 35.2% at
2 years. This rate is insufficient given the high percentage of chil-
dren currently on the waiting list for transplantation (71.3% in
1976 to 1977).
Reduction in net sodium efflux in erythrocytes of genetically hy-
pertensive rats. M. De Mendonca, R. P. Garay, D. Ben Jschay,
P. Guicheney, and P. Meyer. INSERM U7, Hópital Necker,
75015 Paris; Hadassah University Hospital, Jerusalem, Israel.
The reduction in the sodium extrusion from erythrocytes has
previously been discovered in patients with essential hyper-
tension. It was shown that its transmission could be genetically
determined. To confirm that this abnormality is closely linked to
hypertension and genetically transmitted, we measured the net
fluxes of Na and K in erythrocytes of Sabra rats (Sa) from
Jerusalem University and in the two substrains obtained by se-
lective inbreeding, Na -sensitive (S) and Na-resistant rats (R).
In the latter, the arterial blood pressure remains normal despite
massive administration of deoxycorticosterone (DOCA) and so-
dium; after 6 weeks of DOCA (25 mg/kg, s.c.) and NaCI (1%),
systolic arterial blood pressure is S, 215 5mm Hg; R, 112 8
mm Hg. Measurements of net fluxes of sodium and potassium
are performed on erythrocytes enriched in Na and depleted in
K according to a technique detailed previously. No significant
variation of net influx of potassium was observed, whereas the
net sodium efflux was markedly diminished in S rats as compared
to R rats (S = 9.09 0.72; R = 12.7 1.52 gmoles/liter/min).
This highly significant difference is present before sodium chlo-
ride and DOCA administration and is therefore linked to gene(s)
determining the development of hypertension in the presence of
an important sodium load. The fact that the membrane abnormal-
ity is observed before sodium administration is compatible with
the hypothesis that the membrane defect may have a pathogenic
importance. The reduction of net sodium efflux is also observed
in spontaneously hypertensive rats (Wistar-Kyoto strain), and
the difference is also significant as compared to control Wistar-
Kyoto normotensive rats. The membrane abnormality is thus
identical in all varieties of genetic hypertension.
Tissue culture of glomeruli isolated from rat kidneys with prolif-
erative (noncrescentic) glomerulonephritis. C. H. Dubois, J. B.
Foidart, M. B. Hautier, C. Dechenne andP. R. Mahieu. Depart-
ments of Medicine and Pathology, State University of Liege,
Liege, Belgium. Recent methods have been described for the
cultivation of eptihelial (A) and mesangial (B) cells derived from
normal rat glomeruli. Proliferative glomerulonephritis (GN) was
induced in Sprague-Dawley rats (120 g body wt) according to the
method of Schreiner et al. Control (C) rats received rabbit antirat
GBM IgG only or were totally irradiated (800 rad, kidneys pro-
tected) 2 days before the second injection. All rats developed a
proliferative GN and a severe proteinuria (100 to 500 mg/24
hours), contrarily to the C rats. No crescents were observed in
GN rats. Glomeruli were isolated from GN or C rat kidneys by
sieving and differential centrifugations. They were cultivated in
RPMI medium supplemented with 15% decomplemented fetal
bovine serum. The following were observed 2 days after gb-
merular plating: (I) the outgrowth rate of A and B cells was high-
er in GN than in C rats; (2) in GN rats only, the epithelioid cells
exhibited a C3 binding activity; (3) in these rats, many round
cells displaying C3 and IgG-Fc binding sites were observed; (4)
the latter cells exhibited a phagocytic activity and the ultrastruc-
tural features of macrophage-like cells in culture; (5) the biosyn-
thesis of basement membrane collagenous polypeptides by GN
cultivated cells was higher than in C. These observations in-
dicate that macrophages, predominantly of extrarenal origin, can
appear in cultures of glomeruli from animals with a proliferative,
noncrescentic model of GN. Certain metabolic features of such
cultures are enhanced as compared to controls.
Long-standing arterial hypertension after polar renal artery li-
gation: Role of the renin-angiotensin system. J. Fourcade, 0. Jon-
Abstracts 657
quet, A. Mimran, J. C. Luciani, D. Grasset, and P. Barfon. Serv-
ice de Médecine D et Clinque Urologique, CHU, Pvlontpellier,
and Service de Médecine C, CHU, NImes, France. Ligation of a
renal artery provides a classical model of experimental arterial
hypertension. However, this type of hypertension remains un-
common in man, and its mechanism is still unclear. Hyper-
tension which occurs in other accidental circumstances, such as
renal artery embolism or renal trauma, is usually transient, when
permanent hypertension develops, the responsibility of the re-
nin-angiotensin system is not proved, at least during the chronic
hypertensive phase. A 33-year-old normotensive male subject
underwent surgery in 1976 after suffering arterial insufficiency of
the lower limbs of atherosclerotic origin. An aortic resection was
performed, and an aortoiliac prosthesis was inserted. During sur-
gery, the lower polar artery from the right kidney had to be ligat-
ed, due to its abnormal origin. An acute hypertensive crisis de-
veloped during the following days. Peripheral PRA was found
elevated. An aortogram showed no vascularization of the lower
pole of the right kidney. A sustained moderate arterial hyper-
tension was observed during the following months, despite per-
manent treatment by clonidine and furosemide. Investigations
were performed again 13 months after beginning of hypertension,
and resulted in polar nephrectomy. The reduction of arterial
pressure during saralasin administration, the decrease to normal
of peripheral PRA in the hours following surgery, and the per-
sistence of a normal arterial pressure during the next 18 months,
support the concept that, in some cases, arterial hypertension
due to renal artery ligation can be permanent, and that the renin-
angiotensin system participates in its maintenance, even during
the chronic phase.
Value of plasma and urinary prostaglandin measurement in
Bartter's syndrome and in pseudo.Bartter's syndrome. A. Horn-
ych. Centre de Recherches sur l'Hypertension artérielle, U-28
INSERM, Hópital Broussais, Paris, France. Bartter's syndrome
and clinical syndromes induced by psychogenic vomiting, sur-
reptitious ingestion of diuretics and laxatives (pseudo-Bartter's
syndrome) have many similarities. Increased urinary prostaglan-
dins were also described in pseudo-Bartter's syndrome; there-
fore, the value of this measurement in the diagnosis of the Bart-
ter's syndrome was discussed. Hypokalemia has been judged a
principal common stimulus for renal prostaglandin secretion. We
present here the comparison of plasma and urinary prostaglandin
(PG) E2 and F2 alfa measurements in following groups of pa-
tients: (1) 6 male patients with Bartter's syndrome (4 adults, 2
children), (2) 3 female patients with pseudo-Bartter's syndrome,
(4) 2 male patient with tubular acidosis associated with hyper-
kalemia. Results are: (1) Banter's syndrome: Plasma: PGE2,
88.7 30.3 pg/mI (mean SEM) (12.3 to 207.0 pg/mI); PGF2 alfa,
43.4 22.1 pg/ml (10.0 to 151.0). Normal values (N=20): PGE2,
5.5 0.8 pg/mI; PGF2 alfa, 17.2 3.3 pglml. Urine: PGE2, 1551
791 ng/24 hr (457 to 4400); PGF2 alfa, 1621 588 ng/24 hr (604
to 3380). (2) Pseudo-Bartter's syndrome: Plasma: PGEZ, 18.0
9.7 pg/mI (7.8 to 37.4); PGF2 alfa, 23.8 1.3 pg/mI (22.6 to 26.5),
Urine: PGE2, 207 30 ng/24 hr (147 to 247); PGF2 alfa, 580 170
ng/24 hr (388 to 920). (3) Tubular acidosis with hyperkalemia:
Plasma: PGE2, 8.7 pg/mI; PGF2 alfa 5.5 pg/mI. Urine: PGEZ, 767
ng124 hr; PGF2 alfa, 798 ng/24 hr. Conclusion. Bartter's syn-
drome, in nurseries, is characterized by a consistent, significant,
and simultaneous increase of plasma and urinary PGE2. Patients
with pseudo-Banter's syndrome always have urinary PGE2 un-
der the values of patients with Bartter's syndrome and their
plasma PGE2 is normal (except 1 patient). The patient with tubu-
lar acidosis and hyperkalemia has increased urinary PGE2. Hy-
pokalemia of Bartter' s syndrome could not alone explain the in-
creased urinary PGE2.
Circulating anticoagulants with antiprothrombinase activity in
lupus nephritis: Incidence and prognostic implications. P. Jun gers
M. Dougados, C. Gazengel, 0. Kremp, C. Jacques, L. H. Noel,
andF. Josso. CliniqueNéphrologique, INSERM U25, and Lab-
oratoire Central d'Hematologie, Necker Hospital, Paris,
France. Acquired anticoagulants with antiprothrombinase (AP)
activity are the most often encountered acquired inhibitors of
coagulation in SLE, with an incidence of 5 to 10%. However,
their prognostic significance and their implications for renal
biopsy are debated. From January 1973 to December 1978, 49
patients (45 female, 4 male) with SLE and renal involvement,
associated with severe extrarenal features in 29 cases, under-
went serial blood coagulation tests. Needle-kidney biopsy was
performed in 45 patients, and showed diffuse proliferative gb-
merulonephritis in 29 and other lesions in 16. AP was detected at
least on one occasion, in 14 patients (29%). It was present in 5
(17%) out of the 29 patients with diffuse glomerulitis, and in 9
(45%) out of the other 20 patients, of whom 17 had severe extra-
renal manifestations. No significant difference appeared between
patients with AP and those without, concerning the level of anti-
DNA antibodies or of C3 serum component. However, a signifi-
cant correlation was seen between existence of AP and severity
of SLE, based on renal and extrarenal manifestations. Evolution
of AP was studied in 10 patients treated by corticocosteroids
alone (3) or corticosteroids + cyclophosphamide (7). AP dis-
appeared or decreased in 7, and persisted in the other 3. Kidney
biopsy in 45 patients, including II with AP, produced spontane-
ously resolutive perirenal hematoma in 2 (1 with AP). Con-
clusion. The presence of AP in SLE appears to be correlated
with severe renal and/or extrarenal involvement. Without con-
comitant thrombopenia, AP per se is not associated with abnor-
mal bleeding and does not preclude renal biopsy.
C3d measurements in chronic primary glomerular nephropathies.
G. Lagrue, A. Branellec, G. Hirbec, G. Frachaud, and A. Sobel.
Service de Néphrologie et INSERM U 139, Hópital Henri Mon-
dor, Creteil 94010, France, Measurement of serum C3 does not
provide precise information concerning a possible consumption
of this complement component during an immunologic process.
An increased synthetic rate may compensate an accelerated ca-
tabolism. The study of breakdown products of C3 such as C3d is
a more sensitive approach to the role of complement in some
immunologic disorders. Therefore, C3d was measured in the
serum of patients with chronic nonsystemic glomerular diseases.
High values of serum C3d were found in all cases of hypocomple-
mentemic glomerulonephritis (GN): chronic membranoprolifera-
tive GN, acute poststreptococcal GN, and active lupus GN. Cir-
culating C3d was also increased, to a lesser extent, in patients
with "normocomplementemic" GN, such as minimal change dis-
ease, mesangial GN with IgA deposits, some cases of mem-
branous GN, and all cases of membranoproliferative (type I)
GN. These data suggested the involvement of complement in a
number of GN. Participation of complement in immunologic dis-
orders, particularly in chronic nonsystelnic GN, could require a
reevaluation when functional tests such as evaluation of C3d are
performed in addition to static measurements.
The nephritic factor of the classical complement pathway: Phys-
icochemical and functional characteristics. J. Leibowitch, M. Le-
veillé, and L. Halbwachs. Clinique Néphrologique et INSERM
U-25, Hópital Necker 161, 75730 Paris, France. A circulating
IgG C42 complex cleaving purified C3 in EDTA has been partial-
ly isolated from the plasma of two patients presenting cases of
typical postinfectious acute glomerulonephritis. The IgG fraction
of the patients' multiple sera protects in-vitro-formed C 142 com-
plexes from spontaneous decay (t'/2, superior to 120 mm at 370
C). This stabilizing activity is still found in the pepsin-digested
patients' IgG fraction. These results indicate that IgG autoanti-
bodies are capable of stabilizing the C3-convertase of the classi-
cal pathway.
Thermography (TH): An alternative to angiography (AN) for
vascular access survey in hemodialysis. J. P. Masselot, J. P. Ad-
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hémar, J. Laederich, D. Kleinknecht. Service de Nephro/ogie,
Montreuil-Paris, France. AN is until now the only possible sur-
vey of arteriovenous fistulae (AVF) in hemodialysis patients; it
may be a painful and feared method in some of them, and cannot
be easily repeated. During the past year, information given by
TH and AN was systematically compared in our hemodialysis
patients. Flexible tapes of encapsulated liquid crystals (temper-
ature range, 34° to 36° C) were used some patients with low flow
AVF were investigated with tapes (32° to 34° C). The tape being
applied upon the AVF, a flashlight photograph was taken per-
pendicular to the arm. The vessels appeared in blue on a black
background. Thirty-three patients were studied, including 23
with Cimino AVF (20 radial, 3 humeral), 8 with saphenous homo-
grafts, and 2 with bovine heterografts. In patients with Cimino
AVF, TH showed in 13 cases a blood flow stealing through col-
lateral veins, leading to surgical ligature in 5, and a stenosis of
the main vein in 4 other cases. In 6 grafted patients, a narrowing
of the venous anastomosis was detected, requiring a surgical re-
pair in 5. In all, AN confirmed thermographic findings. TH failed
in 2 cases with stenosis of the radial artery, and in one case with
humeroaxillary homograft, whose venous anastomosis could not
be evidenced by TH because of its proximal location. Con-
clusion. TH seems a quick, simple, and safe method for vascular
access survey in hemodialysis patients. It can be repeated and
should restrict AN to patients for whom a surgical revision of the
AVF is mandatory.
Hypertension due to a refill-secreting renal tumor. A. El Iviatri,
M. Ben Ayed, R. Slia, M. Ben Maiz, P. Milliez, and J. P. Cam-
illieri. Service Médecine Interne & Néphrologie, Hôpital
Charles Nicolle, Tunis, Tunisie, France. Since 1967, 11 cases of
hypertension due to a renin-secreting tumor have been pub-
lished. We report another case of a 30-year-old woman hospital-
ized for hypertension (BP = 220/120 mm Hg) and a cerebrovas-
cular accident. The IVP and the renal arteriography showed a
1.5-cm tumor in the upper pole of the left kidney. PRA was high
and markedly so on the left side (left kidney, 26 ng/ml/hr; right
kidney, 13 ng/mllhr, the normal being inferior to 1.4 ng/ml/hr).
Just after tumorectomy, BP fell to 120/80 mm Hg and remained
normal. Light microscopy revealed a benign neoplasm of jux-
taglomerular cells. Immunofluorescent studies with antihuman
renin serum were positive. The PRA in the renal veins became
normal (left kidney, 0.5; right kidney, 1 ng/ml/hr). The descrip-
tion of a new case will probably increase awareness of a rare but
curable cause of hypertension.
Effect on the activity of renin secreted by rat kidney of acid,
trypsin, and cold treatment, and of renin-plasma interaction. H.
Nakane, V. Nakane, P. Corvol, and J. Ménard. INSERM U36,
75005 Paris, France. The presence of activatable renin in rat kid-
ney and/or plasma has been debated. In this study, the presence
of such renin was examined in the perfusing medium of isolated
in-vitro-perfused rat kidney. Renin secretion was stimulated by
isoproterenol or anoxia. Renin activity was measured by radio-
immunoassay of angiotensin I. Renin secreted in the blood-free
medium was not activated by exposure to cold or dialysis to pH
3.3, suggesting the absence either of cryo- or acid-activatable re-
nm or of factors necessary for renin activation. Trypsin treat-
ment did not activate renin in the perfusate. When binephrecto-
mized rat plasma (Nx plasma) was added to perfusate samples
prior to dialysis, renin recovery during pH-6.5-dialysis dropped
significantly but remained unchanged during acid-dialysis. This
difference was not observed when Nx plasma had been acidified
before its addition to the perfusate samples. The perfusate renin
activity did not increase in any of our experiments. Nx plasma
itself had no significant renin activity before or after acid-dial-
ysis. These data strongly suggest the absence of activatable renin
from this species. They also point to the renin inactivation by rat
plasma at neutral pH, which might lead to overestimation of
acid-activatable renin in rats.
Evidence for a sodium-hydrogen exchange in proximal tubule.
M. Paillard, M. Bichara, F. Leviel, J. P. Gardin, and M. Fou-
chard. Laborato ire de Physiologic, Hópital Louis Mourier, Col-
ombes and INSERM U13, Hôpital Claude Bernard, Paris,
France. The regulation of cell pH was investigated in the rabbit-
separated renal tubule, in which transepithelial transfers persist,
as previously shown. When determined with 14C-DMO, cell pH
(7.50 0.04) was found more alkaline than medium pH (7.40
0.03). Removal of external K did not modify cell pH. Removal of
external Na resulted in cell acidification (7.34 0.02) (P <
0.001). Addition of l0- M ouabain in the medium resulted in
elimination of the transmembrane Na gradient and in a decrease
in cell pH (7.41 0.03) (P < 0.001). Modifications in cell Na in
presence of ouabain were responsible for opposite changes in
cell H. We conclude that: (1) The relatively alkaline value of cell
pH supports the hypothesis of an active transfer of H from cell to
lumen and a passive efflux of HCO3 across the basal membrane.
(2) The lack of effect of removing external K on cell pH rules out
a tight K:H exchange mechanism. (3) There is evidence for a
tight Na:H exchange, probably located in the luminal membrane.
This H transfer may be a secondary active transport driven by
the Na gradient from lumen to cell. This Na gradient is main-
tained by the Na pumping across the basal membrane.
Urinary cytology and acute rejection after renal transplantation.
H. Pellet, C. Cavailles, M. C. Malik, and J. L. Touraine. Labo-
ratoire d'Histologie, Faculté Grange-Blanche, Lyon, and Clin-
que de Néphrologie, Hôpital Edouard-Herriot, Lyon, INSERM
U80 Lyon, France. Phase-contrast microscopy requires fresh-
voided urine, but allows a better identification of urine cells than
do staining methods. Daily observation of the urine sediment
was performed during the first 3 weeks following the graft in 50
kidney recipients from 47 cadavers and 3 living donors. Each
specimen was evaluated (from 0 to + + +) for the following fea-
tures: erythrocytes, renal tubular cells, casts (granular or cellu-
lar), debris, and lymphocytes; The total score for cytologic cri-
teria was estimated from 0 to 5. During the first days following
the transplantation, mild cytologic changes (score 1 or 2) were
usually observed. The urinary cytologic rejection profile includes
tubular cells, granular casts, cellular debris, and occasionally
lymphocytes. It is the sudden increase in the cytologic score,
more than its level itself, that permits the diagnosis of rejection.
Nineteen patients were thought clinically to have rejected. In 16
of them, rejection was diagnosed cytologically the same day as (8
cases) or 2 to 11 days before (5 cases) the clinical diagnosis.
(Three patients had no cytologic control the day of rejection or
the day before.) Among the 3 patients who had no cytologic pro-
file of rejection, 1 showed an important granulocyturia due to a
urinary infection, for another the clinical diagnosis of rejection
remained uncertain, and in the third case the discrepancy was
unexplained. Twenty-eight patients showed a cytological profile
of rejection. Sixteen of them were treated for rejection, and
among the remaining 12 patients, 10 exhibited minor symptoms
(fever and/or transient elevation of plasma creatinine or urea).
Two remained symptomeless. Our impression is that these pa-
tients developed minor spontaneously reversible rejections. Seri-
al urine cytology in the post transplant period appears of great
value for the diagnosis of a rejection.
Immune complexes in lupus disease. J. P. Pourrat, G. J.
Fournie, S. Hans, J. Lulle, and J. J. Conté. Laboratoire
d'Immunopathologie Rénale, Service de Néphrologie ci
d'Hemodialyse. C. H. U. Toulouse-Purpan, 31052 Toulouse, Ce-
dcx, France. To assess the value of sequential determination of
circulating immune complexes in the management of lupus dis-
ease, Clq-binding test was performed on 204 sera from 20 pa-
tients with systemic lupus erythematosus. Clq binding activity
was compared to the titers of anti-DNA antibodies and of com-
plement components (C3, C4, and factor B). Conclusions. (1)
C lq binding substances were found in half of tested sera. (2) Cor-
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relations were found (i) between Clq binding substances and
anti-DNA antibodies and (ii) between Clq binding substances
and complement components (particularly C4). (3) Sequential
tests for immune complexes appeared useful (in addition to tests
for anti-DNA antibodies and for complement components) in the
management of patients with systemic lupus erythematosus. (4)
The relations between Clq binding substances and anti-DNA
antibodies were similar to the relations found in NZBxNZW fe-
male mice.
Delayed hypertension following unilateral posttraumatic renal
polar atrophy. A. Seller, A. Meyrier, M. Lacombe, V. Scetbon,
and J. Roland. Hópital Tenon, 75020 Paris, Hópital Beaujon, 92
Clichy, France. Hypertension supervened in two patients sever-
al years after blunt renal injury. The first case was a 53-year-old
white man who had heavy right lumbar trauma at the age of 21.
Blood pressure was normal until 49 years of age. Three years
later blood pressure reached 240/140 mm Hg with funduscopic
lesions and left ventricular strain. An IVP showed lower polar
atrophy of the right kidney. Renal angiography disclosed severe
wasting of the right lower pole. Blood pressure returned to nor-
mal after total right nephrectomy. The second case was a 48-
year-old white motorist who experienced severe compression of
both upper quadrants by the abdominal seat belt strap in an auto-
mobile accident. Two months later, blood pressure rose to 170/
100 mm Hg. An IVP showed slight notching on the outer cortical
area of the left lower renal pole. Two years later blood pressure
was 185/110mm Hg with poor tolerance. A second IVP showed
marked polar atrophy of the left kidney. Angiography showed
pronounced abnormalities of intrarenal arteries. Renal vein PRA
was twofold on the left as compared with the right side. Blood
pressure returned to normal after left lower polar nephrectomy.
Renal pathologic examination in both cases showed incomplete
subadventitial rupture of arteries and downstream severe arteri-
olar lesions. Conclusions. (I) Localized renal trauma is one of
the rarely recognized causes of renal hypertension. (2) The time-
lag between trauma and hypertension can be extremely long. (3)
Posttraumatic atrophy has a progressive course. Its radiologic
aspect is quite typical. (4) Surgical treatment is successful.
Improvement of anemia in hemodialyzed (HD) patients (pts) due
to viral- or drug-induced liver cytolysis. P. Simon, A. Meyrier, T.
Tanquerel, R. Toulet, K. S. Ang. Centre Hospitalier, Saint-
Brieuc, and Hôpital Tenon, Paris, France. In 30 HD pts, includ-
ing 2 bilaterally nephrectomized pts, liver cytolysis was followed
by increasing reticulocyte counts and improvement of anemia.
Cytolytic episodes (SGPT, 311 221 mU/mi) were due to HBs
Ag in 18 pts. In 9 others. cytolysis was drug induced (including 5
HBs Ag carriers), in 1 it was due to CMV infection, and re-
mained unexplained in 2. The mean duration of the cytolytic epi-
sode was 6 3.4months. Marked anemia (Hc, 20.4 3.7%; Hb,
6.8 1.4 g/dl) was aregenerative (reticulocyte count, 48700
20900/mm3) and normocytic (MCV, 83.3 7.3 Improvement
of anemia occurred 11 5 weeks after beginning of cytolysis. It
allowed suspension of transfusions in the 4 pts in whom they had
so far been necessary. It was documented by an increase in retic-
ulocyte counts (85800 36600, P < 0.05) and an increase in he-
matocrit (28 5.3%, P < 0.001) and hemoglobin (8.9 1.8g/dl,P < 0.001) levels. MCV was unchanged (87.3 7.6, NS).
Twenty-three times in 19 pts (group A), 12 6 weeks after the
termination of cytolysis, reticulocyte counts diminished (42000
16800/mm3), and Hb (7.0 P4 g/dl) and He (20.1 3%) returned
to previous mean values. In the other 11 pts (group B) including
the anephrics, reticulocyte counts regressed in 4 and remained
elevated in 7 (75000 36500/mm3). Hb remained at 9.9 2.1 g/dl
and He at 29.8 5.5%. Duration of cytolysis was longer in group
B (8 3.5 months) as compared with group A (5 2.9 months, P
<0.05). Conclusions. (1) The improvement of anemia was not
due to renal erythropoietin (EP) secretion, as it was also seen in
anephrics. (2) It could be explained by (a) EP secretion by regen-
erating hepatocytes or (b) diminution of a hepatic inhibitor of
renal or extrarenal EP. (3) Persistingly high hematocrits can be a
symptom of chronic hepatitis.
Experimental phosphatic lithiasis and oxalic lithiasis in the rat
bladder by insertion of a human oxalic stone: Sex influence and
antiithogenesis effect of succinimide. J. Thomas, E. Thomas, J.
Taboury, E. Taillandier, and A. Steg. Hopital Cochin, 750/4
Paris, C.H.U., 93000 Bobigny and Unite 17 INSERM, Hopital
Paul-Brousse, 94800 Villeju/ France. Insertion in the male rat
bladder of a human oxalic stone fragment weighing 22 to 24 mg
is followed by a fast and large weight increase of about 200 mg,
within 3 weeks. Chemical analysis, as well as infrared spectro-
scopic analysis, show that the neoformed crystalline substance is
struvite (ammonium-magnesium phosphate). Insertion of a hu-
man oxalic stone fragment in the bladder of a female rat is fol-
lowed by only a few milligrams' weight increase within 3 weeks.
Administration of a 1% ethylene-glycol solution as drinking wa-
ter induces a weight increase of the stone of about 20 to 30 mg,
and the neoformed crystalline substance is then essentially com-
posed of calcium oxalate and a small amount of calcium phos-
phate. Administration during these experiments of succinimide,
p.o., in the diet, 10 g/kg, prevents the weight increase in experi-
mental phosphatic lithiasis in male, as well as in the experimental
oxalic lithiasis in female rats.
Influence of indomethacin treatment on the spontaneous gb-
merulosclerosis of the rat. Y. Vanrenterghem, L. Roels, B. Van
Damme, and P. Michielsen. A. Z. St. Rafael, Leuven, Belgium.
This study was undertaken to examine the influence of long-term
indomethacin (I) treatment on the spontaneously developing gb-
merulosclerosis of aging rats. Thirteen male Wistar rats were fol-
lowed during 26 months. Six of them were treated 5 days out of 7
by 1(0.25 mg/100 g) injected once a day by gastric tube. Seven
rats served as control. At the end of the study, 7 rats (3 of treated
and 4 of control group) had died. The 6 other rats (3 in each
group) were sacrified. At this time, serum creatinine was 0.5 mg/
dl for each of the treated rats and 0.7, 1.1, and 0.5 mg/dl for the
untreated rats. Proteinuria was always lower in the treated ani-
mals. This difference was significant from the 12th month on. 200
glomeruli from each sacrified animal were examined, and the
mean frequency of the observed lesions is given in the table:
Normal glomeruli
Adhesions and focal hyali-
nosis
Sclerosis
Four control rats died before the end of the study, I died at 21
months with a serum creatinine of 0.5 mg/dl, the others at 15, 16,
and 21 months in renal insufficiency. In contrast, 3 treated rats
died spontaneously at 22, 24, and 26 months with a serum creati-
nine of 0.8, 1.1, and 0.5 mg/dl.
Osteomalacic osteopathy and electroencephabographic changes
as premonitory signs of hemodialysis encephabopathy. M. F. Vec-
chierini-Blineau, H. E. Thebaud, D. Brochard, and P. Coville.
Laboratoire de Physiologie appliquee aux explorations fonction-
nelles, CHU Nantes, Secteur d'Hémodialyse Centre Hospital-
ier, 56000 Vannes, and Service de Médecine IV-Néphrologie,
CHU, Nantes, France. Two populations treated for over 2 years
in two different hemodialysis units were compared. In the first
unit, 23 patients developed after 12 to 14 months of treatment a
severe osteodystrophy of osteomalacic pattern, as confirmed by
bone biopsy in 10 cases. In the most severely ill patients, electro-
encephalographic alterations with paroxystic burst were detect-
ed. Clinical signs of hemodialysis encephalopathy appeared later
I Control P
79% 49% <0,05
19% 43% <0,05
2% 8% NS
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in 6 patients, terminating in death in 4 of them. In the second
unit, 4 patients only had neuromuscular disorders of varied
causes: polyneuritis, steroid-induced myopathy. Bone changes
were moderate and of the common renal osteodystrophic type.
Electroencephalograms (EEG) showed no alterations such as
those in the first unit. No case of dialysis encephalopathy was
observed. Aluminum concentration was much higher in water,
dialysis fluid, and blood in the former unit than in the later. These
observations confirm the well-known relationship between
osteomalacic osteodystrophy and dialysis encephalopathy. They
also point out that serial EEG can be useful in detecting changes
which precede clinical signs of encephalopathy.
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DNA/anti-DNA complexes in systemic lupus erythematosus and
idiopathic nephritis. D. Adu, D. Gwyn Williams, and J. Dobson.
Renal Unit, Guy's Hospital, London, England. Although there is
considerable evidence that circulating antigen-antibody com-
plexes are important in the tissue damage of systemic lupus cry-
thematosus (SLE), the composition of these complexes, and in
particular the role of DNA and anti-DNA antibodies in their
formation, remains uncertain and controversial. We have
studied cryoglobulins from 38 patients with SLE and nephritis;
only 3 patients were not receiving immunosuppressive drugs
at the time of study. Resolubilized cryoglobulins from these
patients were examined for DNA using the ethidium bro-
mide fluorescence technique. Dissociation of these cryoglobulins
into their constituent immunoglobulins was performed by su-
crose density ultracentrifugation in an acid buffer. Antibody ac-
tivity against double-stranded (ds) DNA was examined using the
Farr assay with '251-dsDNA as ligand, and single-stranded (ss)
DNA antibodies were detected by means of a solid-phase en-
zyme-linked immunoassay using heat-denatured DNA as anti-
gen. DNA was detected in 23 of 33 SLE cryoglobulins. Anti-
bodies to DNA were found in 11 out of 17 cryoglobulin IgG frac-
tions. Antibody activity was directed against dsDNA in 7 cases
and against ssDNA in 6 cases. Four of 8 cryoglobulin 1gM frac-
tions also showed anti-dsDNA activity. Two out of 16 cryoglobu-
tin IgG fractions showed anti-IgG activity as did 4 out of 8 cryo-
globulin 1gM fractions. These studies indicate that the circulating
antigen-antibody complexes in SLE consist in part of IgG and
1gM antibodies to DNA and to IgG. As controls for the above
studies, we examined cryoglobulins from patients with idiopathic
mesangiocapillary (6 patients) and membranous glornerulone-
phritis (9 patients). DNA was detectable in these cryoglobulins
too, but to date we have not been able to demonstrate any associ-
ated anti-DNA activity in the same cryoglobulins.
The relevance of immune complex assays to the management of
systemic lupus erythematosus. S. A. Cairns, R. A. London, N. P.
Mallick, F. S. Goldby, and R. S. H. Pumphrey. Departments of
Renal Medicine and Immunology, Manchester Royal Infirmary,
England. Sixteen patients with systemic lupus erythematosus, 14
with renal involvement, were followed for up to 2 years. All dem-
onstrated disease activity during this time. One hundred forty-
one sequential serum samples were examined for immune com-
plexes by three techniques. These serum samples were assayed
using the inhibition of latex IgG aggregation by rabbit 1gM anti-
IgG(LG), 119 by the same assay using human Clq instead of 1gM
(La), and 81 by a solid phase Clq binding anti-IgG assay (Se).
Sixty-four percent gave positive results with the LG assay, 52%
with the L assay, and 55% by the S assay; 77% of the 141 sera
were positive in at least one assay. Although the L and L assay
results (r = 0.625, P = <0.001) and those for LG and Sc (r =
0.426, P = <0.001) showed a positive correlation, the L and S
results did not. Immune complex levels were correlated with
serum anti-dsDNA antibody, CH50, C3, Clq, C4, and factor B
levels, and with disease activity assessed by three different scor-
ing methods. Eleven patients received 16 "pulses" of high-dose
intravenous methylprednisolone therapy. We found no change in
total immune complex levels following 11 such pulses. Using
sepharose 6B gel column chromatography, we studied the size of
complexes present in 10 sera from 6 patients, in some cases fol-
lowing methylprednisolone therapy. Complexes of size 600,000
to 900,000 daltons seem to be associated with renal involvement.
The level of these complexes falls after steroid "pulsing," and
higher molecular-weight complexes appear.
Role of the renin-angiotensin-aldosterone system in the nephrotic
syndrome (NS). E. J. Dorhout Mees, J. C. Roos, and P. Boer.
Department of Nephrology & Hypertension, University Hospi-
tal, Utrecht, The Netherlands. We previously reported a series
of adult patients with minimal lesion NS who showed no evi-
dence of activation of the renin system, which would have been
expected if the traditional "hypovolaemic" explanation of ede-
ma formation in this condition were valid. Lowered levels of re-
nm substrate (RS) in the nephrotic syndrome have been reported
as a partial explanation for the relatively low PRA levels. We
report the results of systematic RS determination in patients with
the NS. In normal men and women (without contraceptives), RS
was 870 95 and 725 80, respectively, and did not change
after salt restriction. In 26 patients with the NS of variable etiol-
ogy, decreased RS values were found in 2, and elevated values in
10. There was no correlation with PRA levels or the amount of
protein loss. In 4 out of 10 patients with minimal lesions, RS rose
after prednisone-induced remission, but this may have been re-
lated to a direct steroid-effect. One patient with extreme protein
loss, hypovolemia, and very high PRA is reported in more detail,
as sequential studies during development as well as steroid-in-
duced remission of the edema could be performed. The PRS was
elevated and did not change during edema formation. In contrast
to the group of patients mentioned in the introduction, her filtra-
tion fraction was elevated (0.49) during the nephrotic phase.
It is concluded that renin substrate is not decreased in the NS.
Our findings support the concept that the majority of adult pa-
tients with the nephrotic syndrome do not have hypovolemia and
that this is a sufficient explanation for their normal plasma renin
and aldosterone levels.
Urethral syndrome: A possible explanation? R. Maskell, L. Pead,
and J. Allen. Public Health Laboratory, St. Mary's General
Hospital, Portsmouth, England. About 50% of patients who
complain of dysuria and frequency do not have significant bacte-
riuria when conventional culture methods are used, and the diag-
